quantities of old blood pigment. The blood-vessels, other than those showing haemorrhage, appeared normal. The surrounding brain tissue was normal except for moderate increase in number and size of the neuroglia nuclei and there was no perivascular cuffing.
Jakob's Syndrome (Senile Dementia with Parkinsonism).-MACDoNALD CRITCHLEY, M.D., F.R.C.P., and J. G. GREENFIELD, M.D., F.R.C.P.
In 1923 Jakob described a case of senile dementia associated with Parkinsonism, and distinguished this condition from arteriosclerotic dementia, which it resembled closely in its clinical features, but not in its pathology. There was no disease of the cerebral vessels, but the senile plaques and fibrillary changes in the nerve-cells, found in senile dementia, were combined with the lesions in the basal ganglia and substantia nigra found in paralysis agitanm. A few similar cases have been described but the condition appears to be rare.
The present case is that of a Belgian woman, aged 64, who was admitted to the National Hospital, Queen Square, on March 11, 1936, and died eighteen days later.
Hi8tory.-Mental deterioration for two years; stiffness of limbs and tremor in hands, jaw, and tongue for one and a half years. Speech had gradually become more mumbling and indistinct; for the past year had been a continuous incoherent jabber. On examination she was restless and inco-operative, jabbering incessantly and monotonously; speech quite meaningless. Face mask-like; fine rhythmical tremor of lower jaw and trombone tremor of tongue. Ocular movements normal, with the exception that convergence was impossible. Arms held in a Parkinsonian attitude; intermittent tremor in right hand and arm. Gait typical; tendon-jerks present without exaggeration; abdominal reflexes absent; right plantar reflex flexor; left, doubtfully extensor, in type.
Po8t-mortem examination of the brain showed the convolutions to be generally somewhat shrunken, but there was no thickening of the pia-arachnoid and the arteries at the base were healthy. On section of the mid-brain the substantia nigra was found to be rather pale, and the area occupied by it rather wider than normal:
Micro8copical examination showed a degree of lipoid infiltration of the nerve-cells in all areas, rather greater than normal for the patient's age. There were also, in the cortex of the frontal, Rolandic, and hippocampal regions, numerous senile plaques of varying size, but no cells showing Alzheimer's fibrillary change could be seen. A few of the Betz cells, however, showed Nissl's chronic degenerative changes. There was a slight thickening of the processes of the cortical astrocytes but there were very few swollen neuroglial fibres. In the basal ganglia the most striking abnormality was the presence, in the globus pallidus only, of large droplets of lipoid, chiefly isotropic but containing small anisotropic granules. These globules appeared to be chiefly extracellular. There was no evident loss of nerve-cells in the basal ganglia and no abnormal forms of neuroglia were seen in them. In the substantia nigra there was a considerable loss of cells, and numerous granules of melanin could be seen lying free in the tissues or collected round the vessels. This change was not of so severe a degree as is common in post-encephalitic Parkinsonism but it was quite marked. There was no evident difference between the substantia nigra on the two sides. Except for slight perivascular infiltrations the pons was normal. The medulla was healthy -was also the cerebellum, apart from an occasional "torpedo" on the axons of the Purkinje cells in the granular layer.-Thre microscopical piture therefore, like the clinical pictuire, was that of a com-blha1iftia i --of senile deme-ntia with paralysis agitans. But the onset of these two conditions within a few months of one another suggests that this was more than a chance association. It is true that, both are diseases of the senium and it is possible that a rapid onset of senility might have precipitated both conditions at about the same time. Whether Jakob's syndrome should be regarded as a separate morbid condition, or as the association of two diseases, hasbeen discussed recently by Grunthal, who is inclined to the latter conception, since the pathological pictures of senile dementia and paralysis agitans are ill-defined, and lesions both of the cortex and basal ganglia may be found in cases in which the symptoms are predominantly those of one or other disease. Morbid process of senility severely implicating the palato-striatum is, however,. ab striking clinico-anatomical phenomenon, and for this reason it is convenient to isolate this syndrome uinder the term Jakob's disease.
Spontaneous Hamatomyelia: a Report of Two Cases, one in Association with an Intramedullary Angioma, and the other in Association with Syphilis. Clinical history.-He was well until seven weeks before admission, at which time he noticed a numbness of the sole of his right foot. This spread slowly over the foot and up the back of the leg to the knee; at the same time he suffered constant severe pain across the back in the lumbar region. Four weeks after the onset his right leg became slightly weak. Five weeks from the onset, after playing a strenuous game of football, he had severe pain and stiffness of the back and legs. In the subsequent two days the pain was very severe, and there was a rapid development of complete loss of power and feeling in the legs, with retention of urine and feces. He -as admitted to hospital a fortnight later in this same condition.
Clinical examination.-Cranial nerves and arms normal. Lower abdominal muscles weak; legs flaccid and completely powerless. Tendon reflexes normal in arms, absent in legs. Right upper abdominal reflex weak, right lower absent; both left abdominal reflexes normal. All forms of sensation were absent below a level at D.12 right and L.1 left. A band of hypo-algesia was present from D.5 to D.9 on the right, with an intervening band of hyperalgesia.
The urine contained many pus cells. The cerebrospinal fluid was normal except tor a raised protein content of 0.090%, and there was no evidence of a block on jugular compression. Wassermann reaction negative in cerebrospinal fluid and blood.
Temperature was normal on admission. No leucocytosis or anaemia. Clinical diagnosis: subacute myelitis. The patient -beeme progressively worse, from an intractable infection of the urinary tract, -and died of acute suppurative pyelonephritis, and gangrenous cystitis. thirteen weeks after the onset of symptoms.
Post-mortem examination.-At autopsy the spinal cord looked normal except for a slight diffuse swelling of the lumbar enlargement, and rather large pial vessels in that region. Section of the cord showed a rounded cavity containing old blood, running down from the lower border of the 4th dorsal segment to the lower end of the cord. --Above, the cavity was small-and situated in the right posterior horn. At the 9%h dorsal segment it became more mediapn l,ying between grey and white matter, and at the 12th dorsal segment it bpame larger and. crossed the mid-line.
